BRITISH MEDICAL JOURNAL VOLUME 285 17 JULY 1982 thumbs. She had a history of "double-jointed" thumb, and had pain, tenderness, and abnormal laxity of her first carpometacarpal joints. The other joints were clinically normal, and there was no evidence of generalised hypermobility. Radiography showed chondrocalcinosis and osteoarthritis of the carpometacarpal joints, and aspiration confirmed the presence of pyrophosphate crystals. Metabolic screening for diseases associated with chrondrocalcinosis yielded negative results. Case 4-A 52-year-old man presented after a self-limiting attack of acute synovitis of his right knee. At the age of 23 he had undergone right medial meniscectomy for a meniscus tear, and on examination there was laxity of the collateral ligaments. Radiographs showed osteoarthritic changes in the right knee and linear calcification in the lateral meniscus; the other joints were normal. There was no family history of arthritis, and no metabolic abnormality was found.
Comment
Each of the four patients described developed chondrocalcinosis when relatively young, and the phenomenon was isolated to joints that had been unstable for many years. The presence of pyrophosphate crystals was confirmed by polarised light microscopy in three cases, and no familial or metabolic predisposition was apparent.
An association between generalised joint laxity and chondrocalcinosis was 
Case report
A 25-year-old man presented to the casualty department 17 days after the car that he had been driving had been in collision with a bus. He had not been wearing a seat belt, and the steering wheel had struck the lower chest and upper abdomen. From the moment of injury he had suffered a constant dull ache confined to the upper abdomen. This he had treated by circumtruncal bandaging. He continued working as a roof asphalter and could eat, though with discomfort. Sixteen days after the injury, while working on a roof, he had experienced severe, generalised abdomihal pain of sudden onset which had lasted for eight hours. Four hours before admission, one hour after drinking a pint of beer, he had experienced a second episode of this pain, which persisted. He had no history of dyspepsia.
On examination he was distressed but not shocked. There was generalised and rebound abdominal tenderness with intense guarding. Chest and abdominal radiographs were normal and there was mild leucocytosis. Laparotomy showed an anterior perforation of the stomach 2 cm long, near the midpoint of the lesser curve. There was a localised area of contamination but no widespread peritoneal soiling, adhesion formation, or mature abscess. Biopsy was performed and the perforation repaired. He made an uncomplicated recovery.
Histologically there was no evidence of peptic or stress ulceration but "the edge of a perforation compatible with a traumatic lesion of a few days' standing." Comment Gastric rupture afer blunt abdominal trauma is rare. A review of cases published since 1930, including the comprehensive analysis of Yajko et al, shows that, although delays in diagnosis have been recognised late rupture of the stomach has not. '-4 Three principal points suggest that this case represents a true delayed or late rupture. Firstly, on historical grounds the rupture occurred 24 hours before admission when there was a sudden onset of severe, generalised abdominal pain whereas for the previous 16 days there had been a dull ache confined to the upper abdomen, consistent with injury without perforation. Secondly, at laparotomy the peritoneum did not show the dense fibrinous reaction associated with prolonged contamination. Thirdly, histology showed no evidence of prolonged inflammation, stress ulcer, or peptic ulcer.
The mechanism of injury in rupture of a hollow viscus is regarded as crushing of the organ by direct impact, especially over the vertebral prominence; shearing forces at sites where mobile parts meet fixed parts such as the duodenojejunal flexure; or sudden increase in intraluminal pressure in a segment isolated by the injuring force or by anatomical fixity.
Experimental studies show that rises in intraluminal pressure cause a sequential rupture of the wall of the stomach: firstly the seromuscular coat, then the mucosa, and finally the submucosa.5 If the third mechanism of injury is accepted and the experimental model holds good then it may be postulated that an incomplete rupture may have occurred at the time of the initial insult. This incomplete rupture may have left a fragile barrier, perhaps only the submucosa, to complete perforation. A further increase in intraluminal pressure such as might be occasioned by an increase in intra-abdominal pressure while working as a roof asphalter may then complete the perforation.
